A recessively inherited rod-cone degeneration has been described in a strain of Abyssinian cats. I 2 Often at the age of 1-5 to 2 years the fundus is ophthalmoscopically normal, but the end stage (blindness) occurs after another 3-4 years. Thus the progression of the disease is rather slow.
Previous electrophysiological as well as ultrastructural investigations in clinically affected adult cats"have shown that the photoreceptors are primarily affected in the disease, the rod system being affected prior to that of the cones. A significant reduction of scotopic a-and b-wave maximum amplitudes is seen at an early stage when only minor changes are observed by ophthalmoscopy. At this time there is no significant reduction of the c-wave amplitudes in comparison with controls, and SP recordings and 30 Hz flicker responses are normal.
One of the aims of investigating photoreceptor degenerations in animals is to obtain models for similar diseases in humans. Several rodent '9 and canine'01' retinal dystrophies have been well documented. But it is still uncertain whether these diseases are closely related to any human form of retinitis pigmentosa (RP). This is true also for the Abyssinian cat retinal degenerative disease, though 
Results
Representative recordings are shown in Fig. 1 If sensitivity is only slightly reduced when a considerable number of rod outer limbs are disorganised or disrupted, this is in keeping with the idea that in many cases of RP sensitivity is reduced only to the extent that the light-absorbing power of the retina is reduced-that is, its 'quantum catch'.1'72 Thus, if 50% of rods are affected, sensitivity would be reduced only by 0-3 log unit. In man and in cat24 2 rhodospin content and sensitivity reductions which obey this relationship have been reported. Implicit, on this view, is the assumption that affected rods do not influence the ERG b-wave in any way: they behave as though they were absent. This need not be the case. It is possible that even if the transduction mechanisms of affected rods are abnormal the dark current is present (and light cannot change it), so that a constant output of neurotransmitter occurs from the affected rod presynaptic terminals. Alternatively the membrane of the disorganised rod might be generally permeable but all specific ion channels and neurotransmitter channels absent. In such a case, if rods remain electrically interconnected," when the responsive rods absorb light, the reduction in dark current would cause the cell to have to charge up a larger area of the cell membrane than in the normal eye.
What is common to all these possibilities is that the degeneration has two separate effects. If quanta fall on 'affected' rods, they are not absorbed-for the rods have vanished-or produce no excitation. Therefore sensitivity is reduced to an extent determined by the loss of rhodopsin, or by the reduction in The clinical and laboratory findings in the retinal degenerative disease in this strain of Abyssinian cats shows that it is distinct from other reported RP-like diseases in dogs and rodents. The very slow time course of the degeneration and the fact that a reduction in ERG amplitudes occurs without major loss of retinal sensitivity is thus remarkably similar to the findings in some types of human disease. Specifically, in dominantly inherited human RP'7 the value of k is somewhat increased, with a reduced maximum b-wave amplitude, in just the same way as in affected Abyssinian kittens.
